History.-In November 1923 had a septic throat and was in bed for six weeks. On getting up he had difficulty in walking, and walked as if he were drunk. At the same time he began to have unsteadiness and weakness of the arms, and to fumble over fine movements. His speech became slightly blurred.
Admitted to hospital in 1928. Was found to have ataxia and incoordination in his arms, nodding movements of his head, and an ataxic gait. The tendon reflexes on the right side were abolished; those in the left arm were normal, but no reflexes were obtainable in the left leg. The cerebrospinal fluid at that time contained 14 cells and 0 06% total protein. Patient was readmitted to hospital in 1930. Ataxic and slurring speech. Visual acuity (right) A. Gross intention tremor. Ataxic gait and Rombergism. The cerebrospinal fluid contained 11 cells, 10% large monos.; 0-05% total protein, and Lange 4232210000.
He says that he has become worse during the last two years, especially with regard to walking in the dark. His arms have also deteriorated. He has frequent falls.
There is no family history and the Wassermann reaction has always been negative.
Present condition.-Titubation of the head. Speech is ataxic and slurred. CraDial nerves: Vision (R.) A ; otherwise normal. Gross intention tremor in arms. Some unsteadiness of trunk. Lower limbs : Intention tremor and ataxia of leg. Slight Rombergism and ataxic gait. Vibration-sense is absent, and neither passive movement nor jointsense is perfect. Some dinminution of deep pain-sense in calves. Tendon-jerks all absent, except the left knee-jerk which is just present on reinforcement. Plantars flexor.
Cerebrospinal fluid clear; four cells; total protein 0C 110%; Lange 0123332000. It is interesting to compare the pleocytosis, increased protein and abnormal Lange curve with those of the cerebellar degenerations recently recorded by Dr. J. G. Greenfield.
Di8cU8sion.-Dr. WORSTER-DROUGHT asked if Dr. Alcock would consider a diagnosis of disseminated sclerosis, of the cerebellar type, in this case. The age of the patient was against a diagnosis of cerebellar degeneration, which usually occurred much later in life; also in progressive cerebellar degeneration the arms were usually affected long after the legs. In addition, the sensory changes as well as those of the cerebrospinal fluid, favoured a diagnosis of disseminated sclerosis. Absent tendon-jerks were occasionally observed in the latter disease, but, as far as he was aware, very seldom, if at all, in progressive cerebellar degeneration.
Dr. YEALLAND said that postural sense was also affected and the distribution of the disease was disseminate in character.
Dr. ALCOCK (in reply) said that he thought that the general opinion of his colleagues was that absence of all the jerks and the flexor plantars did not suggest disseminated sclerosis. The Lange curve was interesting, because ip the two cases of cerebellar degeneration which Greenfield had recorded in Brain, one had a strong paretic curve, and the other had a tabetic curve, and in those cases the posterior column and the body of Luys were also degenerated, as was suggested in this case, and that had led him to apply this name.
? Intracranial Aneurysm. ? Cerebral Angioma.-S. P. MEADOWS, M.D.
Mrs. E. IV., aged 45. Admitted to the National Hospital under the care of Dr. W. J. Adie December 5, 1934.
History.-One morning four years ago, the patient, who had previously been well, awoke with a diffuse headache. Later that day, as she was finishing a meal, she fell forward unconscious. She has no recollection of the next five days, and
